Pseudomonas aeruginosa causes acute and chronic infections predominantly 48 associated with compromised innate host defenses (1, 2) . In patients with cystic fibrosis (CF), 49 chronic P. aeruginosa infection of the lower respiratory tract is associated with excessive 50 morbidity and mortality, as more than 80% of these patients succumb to respiratory failure (3, 51 4). A critical virulence trait of this pathogen that dominates in the CF lung is its capacity to 52 form biofilms, a characteristic that has been linked to antimicrobial resistance and host 53 defense evasion (5, 6). Chronic pulmonary infections arise because host responses are 54 ineffective against biofilms (7). However, virulence factors that depend on the cell-to-cell interfere with the ability of the pathogens to colonize susceptible hosts and develop an 65 infectious process (14-17).
66
To date, several studies have investigated the effects of antimicrobial agents on P. 67 aeruginosa biofilm formation or the response of the innate immune cells to P. aeruginosa 68 biofilms (6, 18). However, to our knowledge, no study has yet addressed the combined effect 69 of antibiotics with PMNs against established biofilms of P. aeruginosa. We hypothesized that 
Materials and Methods

78
Bacterial isolates and growth conditions. Six clinical isolates of P. aeruginosa were 79 collected from sputa of six CF patients followed at Antibacterial activity was calculated according to the following formula: % bacterial damage between 10% and 62% ( Fig. 1-3) . However, significant differences in damage were observed 1:10 E:T ratio (Fig. 1A-3B ). By comparison, the damage effected by PMNs against 197 planktonic cells ranged from 11% to 23% at 1:20 ratio and from 20% to 32% at 1:10 ratio
198
( Fig. 1-3 ). antagonistic (Fig. 3A and 3B) . Under planktonic conditions, the combination treatment of CIP
224
(2 mg/l) with PMNs (1:20) showed antagonism for the susceptible isolate (Fig. 3B) 
266
Microorganisms in the form of biofilms are generally resistant to antimicrobial agents.
267
The same is true for P. aeruginosa. The intrinsic resistance of biofilm lifestyle to 
287
A previous study on the effect of AMK on its killing capacity of planktonic P. 
293
In our study, AMK showed concentration-dependent killing for planktonic and biofilm-grown 
299
Nevertheless, the maximum biofilm damage induced by the combined action of amikacin (32 300 mg/l) with PMNs (1:10) was not higher than 48%, confirming the resistant phenotype of P.
301
aeruginosa biofilms. However, an additional point that is a contributing factor in resilience of 
